SUMMARY CSF vasopressin levels were significantly elevated in eight patients with motor neuron disease (2.5 + 0 4 pmol/l) compared with controls (0 7 + 0-1 pmol/l). CSF oxytocin and plasma vasopressin concentrations were similar in the two groups. This finding may be a primary part of the disease process or an epiphenomenon related to increased autonomic and descending pathway activity secondary to abnormal function and/or loss of anterior horn cells. as part of the routine clinical investigation; none had had previous lumbar puncture. The controls were 12 patients (aged 40-75 yr, mean 62-6; five males:seven females) undergoing lumbar puncture as part of the investigation of lumbar disc prolapse (3), peripheral neuropathy (2), possible multiple sclerosis (2), isolated cranial nerve palsy (2), acute leukaemia without CNS involvement (1), headache (1) and retinal embolism (1).
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After 30 min recumbency, venous blood was drawn and then lumbar puncture performed in the lateral decubitus position. CSF pressure was estimated by direct manometry. CSF was obtained for microscopy and biochemistry and then a small aliquot (< 1 ml) taken for peptide assay. Blood was taken on ice, centrifuged at 4°C, the plasma separated and stored at -20°C prior to peptide assay. CSF was stored at -20°C. Plasma was extracted through octadecasilyl silica cartridges (Sep-pak, Waters, Mass.) prior to peptide assay; extraction yield > 90%. CSF was estimated directly in sensitive and specific radioimmunoassays.'0 Intra-assay coefficient of variation (CV) was < 5% for vasopressin and oxytocin, interassay CV was 15% for vasopressin and 10% for oxytocin. The detection limit was 0-2 pmol/l for plasma and CSF vasopressin and 1-3 pmol/l for CSF oxytocin.
Peptide data were not normally distributed and were compared by the Mann-Whitney test. Values are means + SE.
Results
CSF vasopressin was significantly higher in the motor neuron disease patients (2 5 + 0-4 pmol/l) than the controls (0 7 + 0-1 pmol/l), p < 0-01 (fig). CSF oxytocin was similar in both motor neuron disease patients (12 4 + 1-6 pmol/l) and controls (10-6 + 2-1 pmol/l). Plasma vasopressin was also similar in motor in motor neuron disease. This is not part of a generalised release of neurohypophyseal peptides into CSF in this disease as CSF oxytocin levels are similar to control values. Neither do the CSF vasopressin con--centrations reflect changes in plasma levels of this hormone. CSF vasopressin has been reported to be elevated in conditions associated with raised intracranial pressure. " This did not appear to be a factor in this study.
Vasopressin has been found in fibres in laminae II, V and VI of the spinal cord and oxytocin in laminae I, III, IV and IX.68 Laminae V and VI are closely related to the interneuronal network situated dorsally to lamina IX, which contains anterior horn cells.9 Thus the elevated CSF vasopressin levels may reflect increased activity of these neurons, either as a compensatory mechanism secondary to the primary pathology or as part of the underlying disease process. Alternatively, there may be loss of peptide secondary to non-specific damage to cells neighbouring the motor neurons, although the selective rise of vasopressin, but not of oxytocin which is more widely distributed, does not support this explanation.
Although patients with motor neuron disease do not usually describe symptoms of autonomic dysfunction, there is evidence of an impaired response to head-up tilt and increased sensitivity to infused noradrenalin, thought to involve central mechanisms. ' 
